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A~. and a proximal myopathy. Dapsone 300-400 mg daily has partially relieved her symptoms but the eruption gradually extended and became very widespread over most of the trunk. Good control was subsequently obtained on Synacthen Depot injections (1 mg twice weekly) and azathioprine 150 mg daily was started.
Comment
The more common skin changes associated with polycythmmia rubra vera include purpura or bruising, generalized pruritus (often after a hot bath) and acne urticata (Braverman 1970) .
In extensive acne urticata the papules may evolve into minute vesicles or pustules (Weidman & Klauder 1938 , Baxter & Lockwood 1958 ) but these published reports do not mention that confluent areas of vesicles or larger bullt may arise, as was found in the present case. In a recent study of 9 cases of eosinophilic spongiosis (Knight et al. 1976 ) 6 were shown to have immunopathological evidence of pemphigus. The present case, which was included in the above study, stands out as being unusual in that she has (1) an extensive vesiculo-bullous eruption which after twenty months has shown no immunopathological progression to pemphigus, and (2) associated polycyth2mia rubra vera. However, a review ofthe literature reveals two similar cases (Strickler 1945 , Fry & Wallace 1965 . In discussion of the latter case, Dr A Lyell reported having seen an almost identical one. At the time, these patients presented considerable diagnostic difficulty but from the histological descriptions and the findings in the present case there seems little doubt that the histology in all was that of eosinophilic spongiosis. In our case and in the patient reported by Fry & Wallace (1965) the eruption did not improve with adequate treatment of the polycythtemia, but Strickler (1945) reported that the rash almost cleared after venesection and irradiation. It is suggested that although the association of eosinophilic spongiosis and polycythvmia rubra vera is very unusual, it may be not altogether fortuitous. It remains to be seen whether this extensive vesiculo-bullous eruption in the present case ultimately progresses to true pemphigus. Skin biopsy showed lichenified eczema. Direct immunofluorescence of uninvolved skin was negative for IgA.
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Progress: These results confirmed the diagnosis of malabsorption due to gluten enteropathy. Dermatitis herpetiformis was excluded by an absence of IgA in the uninvolved skin and a failure to respond to a trial of dapsone.
The patient was put on a gluten-free diet (GFD) in April 1975 and after two months the itching had lessened considerably. Over the ensuing months it continued to subside and one year later she was symptom free. Apart from a few fibrotic nodules the skin is virtually clear.
Comment
Lichenfied eczema or nodular prurigo is presumably a reaction to repeated scratching in response to itching. This patient closely resembles some of those reported by Wells (1962) and Carruthers & Wells (1974) , and two patients recently reported by McKenzie et al. (1976) . Symptomatic relief usually follows the administration of iron and other supplements together with the institution of a GFD. The possibility that iron deficiency contributes to the symptoms cannot be excluded, although this patient received no relief from oral iron prescribed for three weeks before a GFD was started. The sustained relief of symptions after a GFD had been established strongly suggests that itching was a clinical manifestation of allergy to gluten.
The rare finding of IgA deficiency in the jejunal juice in the presence of normal serum levels has not been explained. In adult cceliac disease and untreated dermatitis herpetiformis elevated levels of jejunal juice IgA have been reported (Lancaster-Smith et al. 1974) although it is uncertain whether it is qualitatively normal. Secretory IgA deficiency in the jejunal juice, predisposing to gut disease, has been reported (Strober et al. 1976 ) but further study will be required to determine whether the lack of protective surface immunoglobulin is relevant in this or other similar patients. Wells G C (1962) British Medical Journal iv, 937 Dr I Sarkany: The etiology of gluten enteropathy has for a long time been considered to be based on an immune mechanism, although more recently a toxic effect has been suggested. We found that the supernatant prepared from a 10 % suspension of gluten, added to phytohemagglutinin-stimulated human lymphocyte cultures, inhibited lymphocyte transformation and DNA synthesis in 5 out of 7 patients with cceliac disease. In 5 normal subjects used as controls, no inhibitory effect was noted. Hudson et al. (1976, Lancet i, 339) have demonstrated that gluten components possess nonspecific cytotoxicity and our results would indicate that there may be increased reactivity of cells from patients with cceliac disease.
In answer to Dr Feiwel's question whether gluten was water soluble, our results quoted here demonstrate that a soluble factor must have been released for the lymphocyte transformation to have been affected. The identity of these water-soluble components was not investigated. 
